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Park, Ill.); and LDH isoenzyme pattern by electrophoresis 
(the latter analysis was performed in five samples only). The 
upper reference limits for normal values in our laboratory 
are: CK, 250 U/L; LDH, 240 U/L; and CKMB, 5 ~tg/L. 
The volume of blood in the units was measured by 
weighing the units and subtracting the weight of the empty 
bag, assuming 1 ml of processed blood is 1 gin. The total 
amount of each enzyme in the processed units was 
calculated from the unit volume, Hct, and enzyme con- 
centration with the formula: total enzyme amount = 
enzyme concentration × volume × (1 - Hct). 
The mean ( + SD) volume of blood in the processed 
units was 200 -+ 20 ml, with an Hct level of 51 - 5%. 
Enzyme concentrations in the processed blood were CK, 
55 + 54 U/L; LDH, 300 -+ 65 U/L; CKMB, 0.5 -+ 0.07 
~g/L. The-total amounts of enzymes per processed unit 
were CK, 6+6 U; LDH, 32-_+ 8 U ;  CKMB, 
0.05 + 0.01 ~g. The LDH isoenzym e pattern was essen- 
tially normal. 
The results indicate that blood salvaged uring aortic 
surgery and washed before reinfusion contains very small 
amounts of cardiac enzymes. The reinfusion into a patient 
of even several units of this blood is very unlikely to cause 
changes in CK and LDH (iso)enzymes concentrations that 
would confound the diagnosis of postoperative myocardial 
infarction. 
Sergio Gregoretti, MD 
Department of Anesthesiology 
University of Alabama t Birmingham 
920 Jefferson Tower 
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Regarding "Lower extremity lymphedema caused by 
acquired immune deficiency syndrome-related 
Kaposi's sarcoma" 
To the Editors: 
We read with interest he case report of Allen et al. 
(J VAsc Suv, G 1995;22:178-81) about lower extremity 
lymphedema in a patient with AIDS-related Kaposi's 
sarcoma. The authors acknowledge that it is not known 
whether the tumor is the cause of the lymphedema, or 
whether, as others have suggested based on immunohis- 
tochemical studies,l.2 Kaposi's arcoma rises from diseased 
lymphatic endothelium. Lymphoscintography in AIDS 
patients with Kaposi's arcoma is abnormal, and resembles 
studies of patients with primary and acquired forms of 
lymphatic dysplasia. 3 Although the authors believe the 
tumor caused lymphedema in their patient, we treated a 
patient whose presentation supports the hypothesis that 
lymphedema c n predispose to the development of Kapo- 
si's sarcoma. 
CASE REPORT 
An Italian-American man with no risk factors for HIV 
presented at 80 years of age. He had undergone left 
popliteal aneurysm repair 10 years earlier. Three repairs of 
a left inguinal hernia had been performed since. Two 
months before admission, a femoropopliteal bypass with 
prosthetic graft material was performed; this graft occluded 
within a few weeks. Edema of the left leg had developed 
since the original operation and had progressed over the 
years; and it became severe after the most recent procedure. 
It was clinically consistent with lymphedema, presumably 
secondary to surgical interruption of the lymphatics. 
The patient underwent femorotibial bypass for symp- 
toms of rest pain, and the graft has remained patent for 3 
years at the time of this report. The lymphedema has been 
treated with graded compression stockings with good 
results, but he has had two bouts of lymphangitis. Two 
years after the most recent bypass, purple maculopapular 
lesions developed inthe pretibial area, which biopsy proved 
to be Kaposi's sarcoma. The lesions regressed with 
radiation therapy, and the lymphedema remains well- 
controlled through 1 year of follow-up. 
At least one other report has been published of 
lymphedema followed by the development of Kaposi's 
sarcoma. 4 Given the infrequency oflymphedema and rarity 
of Kaposi's sarcoma, these cases lend support o the still- 
accumulating pathologic data pointing to a lymphatic 
origin of the tumor. 
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